In August 2014, his treatment with lamivudine changed to tenofovir with the suspicion of lamivudine resistance. Finally in September 2014, involvement of the upper eyelid, lips, face, hands and feet was noticed. On physical examination, there were disseminated multiple purplish papules and nodules on his hands, arms and feet. Also, several violaceous papules and nodules ranged from 5 mm to 15 cm were observed on the face which had started gradually over the last month (Figure 2) . Routine laboratory tests were all normal. Fecal occult blood test was negative. The anti-HIV test (chemiluminescence) was negative. He had normal chest and abdominal computed tomography. Because of the aggressive course of KS, etoposide chemotherapy was started. Skin lesions diminished significantly after chemotherapy.
Kaposi's Sarcoma (KS) was first described in 1872 by Moritz Kaposi, a Hungarian dermatologist, as an "idiopathic multiple pigmented sarcoma of the skin" [2] . Kaposi's sarcoma-associated herpes virus or Human Herpesvirus 8 (HHV-8) was detected for the first time in AIDS associated KS lesions in 1994 [3] .
Disseminated disease is often associated with HIV infection. Our patient was HIV negative and stated he was monogamous with marriage which lasting more than 20 years, and disavowed both homosexuality and sexual relations with commercial sex workers. He had a chronic hepatitis B infection and rapid progression of the disease with involvement of labial mucosa which prompted the use of systemic chemotherapy. Xie Y, et al. reported Kaposi's Sarcoma-associated herpes virus infection rate in patients with chronic hepatitis B is significantly higher than in healthy people [4] Kaposi Sarcoma (KS) is a malignant disease that originates from the vascular endothelium and has a very variable clinical course. KS is a vascular endothelial malignancy and the neoplastic cells are closely related to lymphatic endothelial cells. Although HHV-8 is found in the vast majority of all types of KS, there is no agreement on the exact mechanism of HHV-8 in KS. While immunosuppression of the host is commonly thought to promote replication of the HHV-8 virus, it is noteworthy that KS is much more strongly associated with HIV-1 infection than with immunosuppression in transplant recipients, suggesting a more complex process [1] . The four KS types (classic, HIV/AIDS-related, immunosuppression associated and African endemic) have somewhat different presentations and different clinical courses. Classic KS is usually limited the lower extremities and runs an indolent course for 10 to 15 years or more, with slow enlargement of the original tumors and the gradual development of additional lesion; whereas immunodeficiency-related diseases frequently disseminate and involve several organs.
A 53-year-old man, seen for the first time in May 2005, had a one month history of asymptomatic erythematous firm papules on his right arm and dorsal aspect of the right hand (Figure 1 ). There was a past history of chronic active hepatitis B infection for which the patient received lamivudine. The histopathologic examination of skin lesions showed features of Kaposi's sarcoma. Immunohistochemical study of tumor showed immune reactivity to CD-31 and HHV-8, thus a diagnosis of Kaposi's sarcoma was confirmed. Skin lesions were healed and disappeared completely within 2 weeks with topical clobetasol propionate ointment application twice daily.
people age, immune senescence can cause progression of KS or it may have been the natural history of the disease but we assumed that hepatitis B can be a predisposing factor in the occurrence of Kaposi's sarcoma.
Our case report highlights the need for physicians to be aware that not only HIV infection but other chronic infections like hepatitis B constitute a risk factor for the development of disseminated KS. When the tumor does not regress or when the underlying disease is not well controlled, additional anti-tumor treatment with radiation therapy, chemotherapy, and/or surgical excision can be added. 
